1 studied the impact of time interval from the last meal on substrate oxidation during physical exercise. As expected, they found that an exercise session close (1 h post) to the meal was characterized by higher respiratory exchange ratio, lower lipid oxidation rate and higher concentration of plasma glucose, insulin and lactate, compared with exercise 3 h postmeal. The authors conclude that individuals with obesity should be prescribed low-intensity, fat-burning exercise. Whereas this recommendation is certainly correct from a health promotion view-point (low-intensity exercise is easy to tolerate, safe, and usually requires minimal skills), the arguments related to energy and fat-balance may be questioned.
The use of muscle substrate during physical activity has no relevance to 24-h substrate oxidation, energy expenditure, weight management or body composition.
2 High-intensity exercise depletes muscular glycogen stores and leads to higher postexercise fat oxidation. 3, 4 Conversely, low-intensity exercise with high-fat oxidation is followed by increased postexercise carbohydrate oxidation, compared with a highintensity exercise condition. This means that high-fat oxidation during exercise is followed by low postexercise fat oxidation and vice versa. Total physical activity energy expenditure, regardless of the intensity and substrate utilization, is therefore the important factor for energy balance and weight management. Sir, We are grateful to our contradictor for these stimulating remarks. Actually, the statement that 'individuals with obesity should be prescribed a low-intensity, fat-burning exercise' is not the conclusion of our paper and does not appear anywhere in our text. We only indicate that, for burning more fat during exercise, it is better to wait at least 3 h after the preceding meal.
We are fully convinced by the bulk of recent literature that some high-intensity (HI) training protocols are quite interesting for increasing lipid oxidation.
1,2 We also agree that Figure 2 in Saris's recent paper on 24 h energy expenditure after low vs high intensity 3 provides a good evidence that after HI (i.e., CHO-burning) exercise, there is an important increase in fat oxidation that is surely interesting for the management of obesity and diabetes. However, the conclusions of Saris's paper is by no means that low-intensity (LI) training will be followed by a low post-exercise fat oxidation. This paper points out the effectiveness of HI exercise on 24-h fat oxidation but, in its conclusions, reminds the LI-training-induced increase in fat oxidation, and points out that it appears to be restricted to exercise, 'most likely since at rest, muscle metabolism already almost completely relies on fat as energy substrate'. Furthermore, Saris's paper suggests a slightly (15-20%) higher lipid oxidation over 24 h during the LI protocol: this is not significant, but, due to the low number of subjects (n ¼ 8), a type-2 error cannot be excluded. This figure does not support at all our contradictor's statement that after LI there may be a compensatory decrease in fat oxidation. On the whole, as demonstrated by a large body of previous literature, it remains surely true that LI training both increases the ability to oxidize fat during exercise 4-7 and has unequivocal therapeutic effects (prevention of diabetes, improvement in lipid profile, loss in fat mass with preservation of fat-free mass, etc.) as far as patients continue to train.
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Our purpose is not to negate the therapeutic interest of HI exercise, but to further develop the medical use of LI training by proposing a targeting procedure based on exercise calorimetry. 6 In this respect, we could notice that in Saris's paper, 3 the LI exercise was targeted at 38% of W max , based on studies in healthy controls, while in our personal works the level at which lipid oxidation reaches a maximum appears to be shifted to lower intensities, around 30%, with a wide interindividual variability. Thus, in our paper, the fat burning exercise session is set at 29% of W max . At this level it appears that rougly 100 mg/min of lipids are oxidized, which means over 45 min 4500 mg, that is, approximately 0.5 g of fat. If the session is too close from a meal (e.g., 1 h), subjects oxidize only 2400 mg over 45 min, that is, 40% less. Such quantities are not negligible at all, so that three or four of such targeted sessions every week are likely to exert metabolic effects on the whole body and thus to explain at least in part the therapeutic effects presented above. In addition, since such LI training improves the ability to oxidize fat at exercise, it is very likely to further increase its own efficiency over the long term and to become more and more interesting when subjects continue to practise it. Furthermore, when LI training has been performed during several months, HI sessions, as claimed by our contradictor, may then be added and it may improve training metabolic effects even more. By contrast, it is clear that HI training applied initially to obese patients results in a poor adherence and many discontinuations. Thus, in our opinion, it is not logic to oppose HI and LI, which may be rather complementary tools. The recent findings of the major effects of HI exercise on lipid oxidation are surely good news, but we are not convinced at all that they suddenly suppress all the interest of LI training. On the opposite, we think that the latter, due to its better adherence in sedentary patients, is still a good procedure to start a training protocol and still needs further studies to better understand its effects and to optimize them. 
